Primary pulmonary hypertension in a male patient began at the age of 6, and he died at 25, after a course of I9 years. No previous report of such a long course has been found.
patients with cardiovascular disease, and Fleming (I960) reported 8 patients in one year in Sydney. This case may be of interest because of its long duration, the onset of symptoms in a boy aged 6, the long intervals without symptoms, and inconstancy between the degrees of exertion and attacks of syncope.
Case Report
The patient, a European in Kenya, was 24 when first seen in June 1955. There was no family history of cardiac or other disease. He had one brother who was well. His symptoms began at 6 years when he used to faint for some seconds on exerting himself at games. Attacks persisted for 6 months, after which he was free from them for 12 years. They then recurred about once in two months but not consistently, for sometimes he could carry out physical exertion without attacks. His episodes again diminished in frequency, though occasional attacks continued until 2I, when they became more frequent and then gradually got worse (Friedberg, I966) . No such evidence could be found in our case, but increased platelet adhesiveness (Hirsh and McBride, I965) Coleman, Edmunds, and Tregillus (i959) .
Cases of 'primary' pulmonary hypertension in childhood have shown evidence of pulmonary vascular thrombosis, as in the 4 patients of Farrar, Reye, and Stuckey (I96I) and the majority of the 9 of Berthrong and Cochran (I955). According to Heath and Edwards (I960), congenital pulmonary hypertension may be differentiated from the acquired variety by the persistence of a foetal configuration of the elastic tissue in the former.
Clinical features Our patient showed classical signs of severe pulmonary hypertension. His dominant symptom was syncope on effort. Howarth and Lowe (I953) attributed syncope in primary pulmonary hypertension to low cardiac output from acute right heart failure resulting from the steep rise of pulmonary artery pressure on exercise, but James (I962) thought it resulted from lesions in arteries supplying the sinus and AV nodes. (a)
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As suggested by Dr. Campbell, the disproportion between his syncope and the height of his pulmonary pressure indicated a large reflex factor, which would explain the long intervals of freedom from symptoms and the lack of constancy between the degree of exertion and his attacks. Possibly Dressler's theory of reflex mechanism may have had significance in this patient.
His pulmonary systolic pressure was 53 mm., rising to 75 mm. after exercise, whereas the pressure was above ioo mm. in the cases described by James (I962), Howarth and Lowe (I953), Dressler (1952) 
